an absence of alpha-adrenoceptor agonist effect. Although alinidine also induced bradycardia and hypotension in intact dogs, direct cardiac depressant actions were consistently observed; intravenous administration of alinidine to intact donor dogs produced negative chronotropic and inotropic responses in isolated atria perfused with arterial blood from the intact animals. Thus, it is clear that a relatively small dose of clonidine has cardiovascular effects without direct cardiac actions, and that alinidine produces cardiovascular responses with a direct cardiodepressant component. Recently, Ogiwara et al12) showed that alinidine induced dose-related negative chronotropic and inotropic effects when injected into the sinus node artery of the isolated atrial preparations.
Although alinidine depresses the SA node by directly suppressing SA nodal automaticity,16)-20) we could confirm that any dose of alinidine which influenced the cardiovascular system readily induced direct cardiac depressant actions different from those of clonidine-induced actions.
In a previous paper,6) it was demonstrated that alinidine had attenuated negative chronotropic and inotropic responses to both exogenous choline esters and endogenous ACh in the dog heart. In particular, the negative chronoand inotropic responses to vagal nerve stimulation and injected ACh were depressed by alinidine treatment.
The present study revealed that clonidine did not significantly inhibit these negative cardiac responses. This suggests that the two drugs have at least partially independent actions.
Alinidine is an N-allyl derivative of clonidine. However, it may differ from clonidine in both its cardiovascular effects and its antimuscarinic properties. In 1981 Chiba et al7) reported that clonidine did not significantly depress the chronotropic responses to norepinephrine or sympathetic nerve stimulation.
However, Rodgers et al (1980)21) reported that clonidine noncompetitively antagonized the positive chronotropic effect of isoproterenol, 4-methylhistamine and glucagon. These reports suggested that a large dose of clonidine has nonspecific cardiac depressant properties.
The present study, though, confirmed that 1) a metabolite of alinidine, clonidine, has no distinct direct cardiac action except at extremely large doses, and 2) that, unlike alinidine, clonidine has no anti-muscarinic action in the dog heart. 
